Using a standard infusion of 500 mg of calcium gluconate, and collecting urine in four hourly fractions for 36 hours in patients whose calcium and phosphorus intake had been previously stabilised for 3 days a satisfactory difference in the degree of inhibition of phosphate excretion between cuparathyroidism, and hypo-and hyperparathyroidism was achieved. The value of the renal phosphorus threshold estimation is diminished by the finding of threshold figures between 2.0 and 3.0 mg/100 ml in both hyperparathyroidism and normal subjects. 
The diagnosis hyperparathyroidism still presents many problems unless the disease is in a florid state of activity. With the exception of some recent publications (Pronove 8c Bartler 1961; Goldsmith et al. 1962; Hyde et al. 1960; Randall Sc Keating 1958; Riddick Sc Reiss 1962) ; most authors (Albright et Chambers et al. (1956) , Kyle et al. (1958) and Talpers 8c Stein (1959) were shown to be unsatisfactory as a diagnostic aid for hyperparathyroidism by Nordin (1958 Nordin ( , 1961 , Nordin Se Fraser (1960) , becomes normal if the TrP is within the normal range. Howard's con¬ cept (Howard et al. 1952 (Howard et al. , 1953 (1954) . There is an initial increase in phosphaturia for eight hours, followed by a steady decline until 16 to 20 hours after which there is an increase reaching base-line levels at 28 or 32 hours (see Fig. 1 ). The maximum initial increase, inhibition and »rebound« increase for each case, expressed as per cent deviation from the average 4 hourly out- It is significant that in three of the patients ultimately proven to have hyperparathyroidism the serum calcium was below 11.8 mg/100 ml and in one patient was 10.3 mg/100 ml (see Table 1 ). Thus the calcium sup¬ pression test under suitably controlled conditions appears worthy of trial in the more rapid diagnosis of hyperparathyroidism.
Renal Phosphorus Threshold
Renal phosphorus threshold values below 2.0 mg/100 ml were found in all cases of hyperparathyroidism investigated by McSwiney (1961) . In this series figures above 3.0 mg/100 ml were not found in hyperparathyroidism; also figures below 2.0 ml/100 ml were not found in normal controls. However, figures between 2.0 and 3.0 mg/100 ml were found in four non-hyperparathyroid and in three hyperparathyroid subjects. Under the influence of 200 U.S.P. units Parathormone the renal phosphorus threshold varied from 2.5 to 2.9 mg/100 ml. It appears therefore, that there is an overlap between normal controls and hyperparathyroidism in the range 2.5 to 2.9 mg/100 ml. This diminishes appreciably the value of this procedure as a screening test in the investigation of renal calculi and it has been discontinued in this clinic. Although calcium suppression and renal phosphorus threshold measure dif¬ ferent facets of phosphorus metabolism a significant correlation between them could reasonably be expected if they were to be of equal value in the diagnosis of hyperparathyroidism. No such correlation could be demonstrated (see Fig. 4 . r2 = 0-54).
